INTRODUCTION
Exposure to "stress" is one of the most common human experiences and which modifies many other experiences including pain. Defined as a mentally or emotionally disruptive condition produced by adverse external influences which affects physical health, its etiology may be physical or psychological. What an individual considers stressful is subjective and so a universally accepted scientific definition remains to be found. Physiological stress occurs when tissue is injured and in this context the "stress response" is a combination of neural and humoral responses to cytokine release and primary afferent nerve activation. One component of this stress response is enhanced activation of the hypothalamic-pituitary-adrenocortical (HPA) axis, a feedback loop by which signals from the brain trigger the release of hormones necessary to respond to stress. Stress results in the release of corticotropin-releasing hormone (CRH) from the paraventricular nucleus (PVN) of the hypothalamus. CRH then causes the pituitary gland to release adrenocorticotropic hormone (ACTH), which stimulates the synthesis and release of Cortisol, epinephrine, norephinephrine and endorphins fi-om the adrenal cortex. The HPA axis exerts effects on the autonomic nervous system and glandular systems and communicates with a number of different brain regions, including the limbic system, amygdala, hippocampus, and areas that control body temperature, appetite and pain perception. Once activated, the stress response turns off hormonal systems regulating growth, immunity, metabolism, and reproduction, essentially redirecting biochemical resources to dealing with the threat. Once the threat has passed, Cortisol exerts a negative feedback effect on the hypothalamus, inhibiting the production of CRH. It is notable that psychological stress, or anxiety, also activates the same HPA axis-related mechanisms, but to varying degrees. When one evalu-
